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[ E]1 H R0 1027 B X Aspel Q00T 5 m KR BRI E AT . V2% : 41K PA317/1L-27 4%
e Aspel A, G418 TR E UL T1-27 FERAG Aspel HHAE( Aspel /TL-27 ) ELISA ZHAEIT40E A = 40 i A 43 A6l 1127
X} Aspel ZIAE 1L-27 ik ANMIBETE AN MHC- [ 2850 FRIB AN . K Aspel /IL-27 \Aspel /LXSNC F& s 5 e 2s ORIy Aspel 410
LN Aspel AHMIEERN TR BAT T EBE T, W4 Aspel ZHMEREARIA 19 A5 15 0 A/ BRA A= A2 30 s TUNEL 2% 46 0 B 48 968 240 i 1%
JHT, B LSRR MR AN B AR I M A . 5 SR« il ST RS B e PA317/1L-27 AR Aspel /IL-27 ZHMkk. Aspel/IL-
27 ML FE5 TL-27, T Aspel /LXSN Fll Aspel 4 ANZEIE IL27( P <0.01 ). PA317/IL-27 #RAREE Y AR Aspel 20 i FE1H
MHC- [ 2853 FH3RB( P >0.05 )o Aspel/IL-27 ¥ R AR I A= K B2 I 4% T Aspel /LXSN 415 Aspel ZH( P <0.05), HA=
FEWIER( P <0. 05 )o Aspel/IL-27 2H %% 4 94 4t Jf 4 1= 26 W & 53 T Aspel/LXSN 1 Aspel 4[(19.5 £2.4 )% vs( 8.5 =
0.3)% (9.1£0.8)% ,P<0.01 o S50 : 1127 PR YL BRI Aspel 40 i 1 755 Iord 4 MO 08 v R 355 R v 1
[ &I ] 1L-27 B IRAR IR s Aspel 4 8T 5 34 5
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IL-27 promotes apoptosis of human pancreatic carcinoma Aspcl cells

LIU Li-hua', HAO Guo-zhen’, ZHANG Cong', Al Jun', SHAO Li-li', SHAN Bao-en'( 1. Research Cencer, Fourth
Hospital of Hebei Medical University & Hebei Cancer Institute, Shijiazhuang 050011, Hebei, China; 2. Department of
Internal Medicine, Second Hospital of Hebei Medical University, Shijiazhuang 050000, Hebei, China )

[ Abstract ] Objective: To investigate the effect I.-27 on apoptosis of human pancreatic carcinoma Aspcl cells and its
in vivo anti-tumor activity. Methods: PA317/IL-27 retrovirus vector was transfected into Aspcl cells and the stable clones
( Aspcl/IL-27 ) were obtained by selecting with G418. The effects of IL-27 on production of IL-27, proliferation, and
MHC- | expression of Aspcl cells were determined by ELISA, cell counting and flow cytometry, respectively. Aspcl/IL-
27, Aspcl/LXSN ( Aspcl cells stably transfected with empty vector ) and Aspcl cells were subcutaneously injected into
nude mice, and the growth of transplanted tumors and survival time of mice were observed. Apoptosis and ultramicrostruc-
ture of the implanted-tumor cells were examined by TUNEL and electron microscope respectively. Results: Aspcl cells
stably transfected with PA317/1L-27 ( Aspcl/IL-27 ) were successfully prepared. Aspcl/IL-27 cells secreted high levels
of 1127, while Aspcl/IL-27 and Aspcl cells did not secreted 1L-27 ( P <0.01 ). Aspcl/IL-27 transfection did not affect
the expression of MHC- T on Aspcl cells ( P >0.05 ). The growth of implanted-tumors was significantly slower and the
survival time was longer in Aspcl/IL-27 group than those in Aspcl/LXSN and Aspcl groups ( P <0.05 ). Apoptosis rate
of implanted-tumor cells in Aspcl/IL-27 cells was significantly higher than those in Aspcl/LXSN and Aspcl groups
([19.5+2.41% ,(8.5+0.3]%,[9.1+0.8]%, P<0.01 ). Conclusion: IL-27 gene transfection exerts in vivo an-
ti-tumor activity by inducing apoptosis of human pancreatic carcinoma cells.
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Fig.1 IL-27 did not affect proliferation of Aspcl cells
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Fig. 2 1L-27 did not affect expressions of
MHC- 1 on surface of Aspcl cells
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Fig. 3 Tumor growth curves in nude mice
inoculated with different Aspcl cells
“ P <0.05 vs Aspcl/LXSN or Aspcl group
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Fig. 4 Apoptosis of implanted tumor cells induced by IL-27 as detected by TUNEL( x100 )
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Fig. 5 Apoptosis of implanted tumor cells induced by IL-27 as detected by electron microscope ( x4 000 )
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